Hypertension in pregnancy: a physiological response to a pathological problem?
In pregnancy-induced hypertension the secondary wave of trophoblast invasion fails, there is a progressive increase in pressor responsiveness to angiotensin II and an imbalance develops in the prostacyclin:thromboxane ratio towards thromboxane. As pregnancy progresses one can imagine that fetal demands gradually outstrip the ability of the relatively narrowed spiral arteries to perfuse the placenta. By analogy with renal artery stenosis, a defence mechanism would be stimulated (synthesis both of renin and vasodilator prostanoids) with systemic hypertension but improved perfusion. Where vasodilator synthesis is impaired, hypertension alone, with worsening perfusion, would ensue.